deteriorated again because of a vitreous hxemorrhage (Fig 2) .
The pregnancy was further complicated by a deep vein thrombosis of the right leg. It was felt that the danger of pulmonary emboli was of greater importance than possible further vitreous hemorrhage and she was treated with i.v. heparin.
When the new vessels in her right eye became worse, heparin was discontinued for twenty-four hours before and until seventy-two hours after photocoagulation.
When 33j weeks pregnant, on 9 December 1971, because of falling urinary cestrogen levels, she had a Cwsarean section. The baby weighed 4 lb 9 oz (2 kg) and was normal. Following delivery the retinopathy improved ( Fig 3) , but only temporarily; in spite of good diabetic control and further coagulation, the new vessels continued to extend and grow forwards (Fig 4) . She developed a tuft of new vessels near her left macula where photocoagulation was not possible. Pituitary ablation was therefore advised. Yttrium-90 implantation (11.4.72) resulted in only slight ablation of the pituitary gland (Joplin et al. 1965 ), but in spite of this her retinopathy improved and has remained good ( Fig 5) .
Discussion
The effect of pregnancy on proliferative diabetic retinopathy has not been clearly established since most centres have treated only a few cases. Okun et al. (1971) noted that in 6 out of 10 such patients the proliferative lesions progressed dramatically during pregnancy; after termination of pregnancy the vascular growth slowed down but in only one patient did the new vessels regress. Since new vessels tend to progress over nine months in most instances, it is difficult to assess the role of pregnancy.
This patient demonstrated that proliferative retinopathy may be contained during pregnancy by photocoagulation. Even rapidly advancing new vessels are therefore not an absolute indication for termination of pregnancy. History: This woman first presented in 1950 at the age of 28 with acromegaly, giving a history of enlargement of the hands, face and feet and showing the characteristic facial appearance and radiological evidence of enlargement of the pituitary fossa. She was treated with external high-voltage radiotherapy, a total dose of 4500 R being administered to the pituitary gland. After this treatment the size of the hands and feet diminished and the menstrual periods became scanty, but in 1953, at the age of 31, she had a normal pregnancy. Lactation occurred but was insufficient to permit breast feeding. The menses eventually ceased in 1958 at the age of 36. A cervical smear showed carcinoma-in-situ which was treated by hysterectomy with preservation of the ovaries in 1959. In February 1972 (aged 50 years) she was admitted to hospital with a five-day history of fever, headache, anorexia, constipation, productive cough and periods of somnolence. Physical examination revealed radiation burns on the scalp and temporal regions but was otherwise unremarkable, apart from a nodule which was palpable in the left lobe of the thyroid gland. Blood pressure 150/80 mmHg; visual fields full. Serum protein-bound iodine 2.4 ,ug/100 ml (normal range 3.3-7.7) and serum thyroxine 3.7 ,tg/100 ml (normal range 4.4-10.6). Radioiodine uptake 13.5 % at 24 hours rising to normal after TSH stimulation. Tests for thyroid autoantibodies negative. Urinary 24-hour 17-oxosteroids 4.5 mg (normal range 3-20), 17-oxogenic steroids 10.5 mg (normal range 4-16). After a 100 g oral glucose load there was, by the standards of this laboratory, an exaggerated insulin response but growth hormone was unmeasurable throughout the investigation (Table 1) . During an insulin tolerance test (0.1 units/kg) plasma cortisol rose to 19 utg/l00 ml but there was no detectable growth hormone, though the blood glucose fell to 16 mg/100 ml. Urinary VMA 4.6 mg/24 hours. Serum FSH 134 ng!ml (within normal postmenopausal range for this laboratory) but serum LH low at 44 ng/ml. Skull X-ray showed enlarged pituitary fossa with thinning of the floor and dorsum selke. Skeletal radiographs showed no evidence of hyperparathyroidism. IVP showed normal kidneys with no calculi or nephrocalcinosis. Heel pad thickness 24 and 22 mm. Treatment: The neck was explored and a parathyroid adenoma weighing 1.25 g and measuring 2 x 1.5 cm was removed. This adenoma consisted mainly of chief cells. Three other histologically normal parathyroid glands were biopsied. Postoperatively the serum calcium fell to normal and has remained so ever since.
Concltision
This woman has now been successfully treated for tumours of the pituitary and parathyroid glands, i.e. the pluriglandular syndrome (the 'Type 1' variety). The diagnosis of acromegaly in 1950 was based on what appeared at the time to be unequivocal physical features associated with an enlarged pituitary fossa. Current pituitary function tests indicate complete GH and incomplete TSH and LH deficiency. Since no episode in her past suggests 'pituitary apoplexy', the growth hormone deficiency implies that her previous deep X-ray therapy was effective. Similar irradiation of the pituitary gland is reported to lower the plasma growth hormone levels in acromegaly (Roth et al. 1970 MrCP,aged31 First presented in January 1970 with a four-year history of dyspepsia. Duodenal and gastric ulcers were diagnosed; at the same time he was discovered to be hypertensive (170/115 mmHg). The ulcers were treated medically and methyldopa controlled the hypertension.
In June 1970 haematemesis occurred; this was treated conservatively but in October 1970 elective vagotomy and pyloroplasty were performed. He was symptom free until August 1971 when he developed severe abdominal pain, vomiting, and a hmematemesis. Barium studies showed a duodenal ulcer, while hypercalcemia (serum calcium 13.4 mg/100 ml) was also found and skull X-ray revealed an enlarged pituitary fossa. By November 1971 abdominal pain and profuse vomiting suggested pyloric obstruction; and up to 10 litres of gastric aspirate was obtained daily, while serum gastrin was 9 ng/ml (normal <170 pg/mI), diagnostic of the Zollinger-Ellison syndrome.
In December 1971 laparotomy revealed no obvious pancreatic tumour, and total gastrectomy was performed. Postoperative cardiorespiratory arrest was successfully treated. Persistent wound fistula necessitated a 2i-month intravenous fluid
